amounts of cassava.
In a series of reports describing clinical, epidemiological, and biochemical studies from W. Nigeria (Monekosso and Wilson, 1966; Osuntokun, 1968; Osuntokun, Durowoju, McFarlane, and Wilson, 1968; Osuntokun, Monekosso, and Wilson, 1969) , it has been suggested that the occurrence in that country of a diffuse neurological disease which includes optic atrophy and sensory ataxia is related to the chronic toxicity of cassava, the main food for large numbers of people living in tropical and subtropical regions.
Biochemical evidence favours the hypothesis that the neurological disease may be the result of chronic exposure either to free cyanide or to its natural precursors, and further evidence has been sought by studying similarly affected patients in Tanzania, where a similar syndrome has been described (Haddock, Ebrahim, and Kapur, 1962 
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Nigeria and in Tanzania to represent a distinct syndrome.
Control subjects were selected from patients suffering from other organic diseases (neurological and non-neurological) and from psychiatric disorders, and blood was obtained either as outpatients or within 48 hours of admission to hospital.
Plasma from heparinized samples of venous blood was separated within one hour of collection and stored at -20°C until sufficient samples had accumulated within two months to transfer them packed in crushed ice and water in a vacuum flask by air to London.
Thiocyanate was determined by the method of Aldridge (1945) in plasma deproteinized with 10% trichloroacetic acid. Plasma vitamin B12 was estimated with Lactobacillus leichmannii (Matthews, 1962) on divided samples. As in the study of Monekosso and Wilson (1966) , one aliquot was assayed after extraction with buffer containing cyanide (total vitamin B12) and the other after extraction without added cyanide.
RESULTS
Mean plasma thiocyanate concentrations in patients and controls are shown in Table 1 . Levels in the patients with neurological diseases are significantly higher than in both groups of controls (P < 0-001) and are similar to the values found in the Nigerian studies. The levels in controls are also similar in both series.
Mean plasma vitamin B12 levels are shown in (Smith, 1961) . Thus the proportion of vitamin B12 obtained without the addition of cyanide to the extraction buffer (B12-CN) expressed as a percentage of vitamin B12 formed by extracting plasma with cyanidecontaining buffer (B12 + CN) is higher in smokers than in non-smokers (Wilson and Matthews, 1966) . In the present study the significance of the serum vitamin B12 findings is not clear and they contrast with those of Monekosso and Wilson (1966) . It is noteworthy, however, that in a separate Nigerian series (Osuntokun, 1969) and in a series of Europeans with Leber's disease in whom a defect in cyanide metabolism has been postulated (Wilson, Linnell, and Matthews, 1971 ) total serum vitamin B12 concentrations were higher than in controls. Further study of this complex relationship is needed.
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